I n t r odu ct ion
Hydroxyl radical (HO ) is one of the most harmful reactive oxygen species (ROS), which are formed in excess during oxidative stress (shock, sepsis, trauma, surgery, hypoxia, ischemia-reperfusion, etc.) (1,2,3). For measurement of HO indirect methods are used determining aromatic acids hydroxylation products. The most used is salicylic acid whose hydroxylation products 2,3-dihydroxybenzoic acid (2,3-DHBA) and 2,5-dihydroxybenzoic acid (2,5-DHBA) can be separated and quantified by HPLC method with electrochemical detection (4,5,6). As 2,5-DHBA can be produced also by enzymatic pathway, only 2,3-DHBA serves as a measure for HO radical production (7). The purpose of this work was to investigate HO formation in surgically treated tumor bearing rats and to see whether difference in HO production can be seen between healthy and tumor bearing animals. 
M a t e r ia ls a n d m e t h ods

Re su lt s
The results obtained are summarised on Figu r e 3 . Only minimal amount, i.e. approximately 0,01 -0,05 % of SA was hydroxylated to 2,3-DHBA while 0,7 -1,4 % was metabolised to 2,5-DHBA. In normal, healthy rats increase in 2,3-DHBA production was measured when they were surgically treated by laparatomy only (p<0,05) or by laparatomy followed by I/R (p<0,05). Such response was not noticed in tumor bearing rats where increase in 2,3-DHBA production was not observed neither in animals exposed to laparatomy only nor if laparatomy was followed by the tumor I/ R. The difference observed between operated controls and tumor bearing rats was significant (p<0,05). For 2,5-DHBA production, there was no difference observed between operated and non-operated rats for both control and tumor bearing animals.
D iscu ssion
It is supposed that tumor cells are under persistent oxidative stress which seems to be beneficial to them, increasing metastatic potential and genetic instability, thus helping tumor cells to survive and progress (8,9,10). It is often assumed that mild oxidative stress caused by surgery can intensify metastases formation (11,12), although severe oxidative stress is not beneficial to the tumor cells and may even cause their destruction. Thus, additional ROS production in the I/R injury might be cytotoxic and cause cellular destruction (13, 14) . With our work we have not been able to see the increase in HO production in tumor bearing animals caused by laparatomy, which was seen in healthy surgically treated rats. Thus, it appears that systemic stress response caused by lapara- 
